consistent with diffuse large B-cell lymphoma, anaplastic variant.
In December 2010, a 56-year-old man with a 14-year history of Machado-Joseph disease (MJD) noted a nontender, painless mass in his right axilla. He denied any associated symptoms, in particular fever, night sweats or weight loss over the preceding 6 months. An ultrasound of the right axilla showed a 3.0 ! 3.3 ! 2.7-cm lymph node along with several other enlarged nodes nearby. One month later, an excisional lymph node biopsy was temporary exacerbation of his sensory paresthesias never worsening beyond common toxicity criteria grade 1 in the week following each chemotherapy cycle with prompt resolution. He reported no cumulative changes in his neurological status following 4 cycles of chemotherapy, and his neurological exam was stable. A complete response by PET criteria was achieved after 4 cycles of chemotherapy.
MJD, also known as spinocerebellar ataxia type 3, is the most common of the autosomal dominant spinocerebellar ataxias [1] . MJD is caused by expanded CAG trinucleotide repeats in the ATXN3 locus in chromosome 14q32.1, resulting in the expression of polyglutamine tracts in the deubiquitinating ataxin 3 enzyme [1] . Trinucleotide repeat length is inversely correlated with the age of onset of symptoms, most commonly in the second to fifth decade, and is the most important prognostic factor in predicting the severity of the disease. The clinical findings are extremely heterogeneous and include gait ataxia, cerebellar dysarthria, dysphagia, clumsiness, oculomotor disturbances such as diplopia and nystagmus. Extrapyramidal signs comprise dystonic movements, chorea and parkinsonian features. Later, evidence of progressive symptomatic peripheral polyneuropathy with impairment in sensory nerve action potentials can occur [2] . Late in the disease course, patients are confined to a wheelchair, and later become bedridden. Currently, only symptomatic therapies are available.
Diffuse large B-cell lymphoma is the most common non-Hodgkin lymphoma in adults, comprising approximately 30% of all lymphomas and 90% of aggressive lymphomas [3] . Treatment options differ between patients with limited stage (Ann Arbor stage I-II) or advanced stage (Ann Arbor stage III-IV) disease. The presence of risk factors (namely high LDH, advanced stage, age 1 60 years, more than one extranodal site, ECOG performance R-CHOP is the standard polychemotherapy regimen throughout the world [5, 6] . Among the various toxic effects related to chemotherapy, vincristine-related peripheral and autonomic neuropathy is a common, doselimiting complication. Vinca alkaloids act by binding to intracellular tubulin, inducing alterations in the microtubuli structure leading to axonal edema. Early symptoms and signs of neuropathy are paresthesia and hyperesthesia of the extremities, with disappearance of deep tendon reflexes. Continued exposure the vincristine results in muscle cramps and myopathy. More rarely, signs of autonomic nervous system dysfunction such as orthostatic hypotension, constipation, urinary bladder dysfunction and erectile impotence may occur, and disturbances of eye movements and paralysis of the vocal cords have been reported [7] . Toxicity is related to dosage, frequency of administration and patient age and is usually slowly reversible upon removal of the drug. Fulminant neuropathy with severe motor involvement that can lead to tetraplegia, often misdiagnosed as acute Guillain-Barré syndrome, has been reported in pediatric and adult patients with underlying Charcot-Marie-Tooth disease, a group of inherited disorders featuring peripheral neuropathy [8] . A small study suggested that Charcot-MarieTooth disease should be considered as an underlying condition in pediatric cancer patients who have severe vincristine-induced peripheral neurotoxicity [9] . A case of severe neurotoxicity following vincristine administration has been described in a patient with hereditary neuropathy with liability to pressure palsies, an inherited recurrent focal demyelinating neuropathy, characterized by painless nerve palsies at common sites of compression and entrapment of peripheral nerves [10] .
In contrast, tolerance to vincristine has been reported in a patient with Leber's hereditary optic neuropathy [11] . Table 1 provides a summary of adult patients with hereditary neuropathy treated with vinca alkaloid who developed severe neurotoxicity.
To our knowledge, this is the first report of a patient with MJD treated with a vinca alkaloid. The patient's tolerance of this microtubule toxin demonstrates a lack of synergy between these agents and the neuropathy attributable to MJD.
